KARF=EH9E 57 % Nat Prod Res Dev 2020,32:1913-1919

1 B2 2= 18 0 B R A ) 36 3K 2 AR R 72 A

RWE CHEY AXR',E KL AHE
R B R RS B LB AR B B AC 0o B FF 5 646000

ZE UM E (naringenin) X THP-1 J5 P Y R 40 M 5 W5 7 52 0, B0 25 48351 FLBR 16 20 Jhk ok 46 8 Ak 19 T B VR A ML
Hilo BT cck8 SIS [ 3 A Hz X A1 BRI PR 9 5 ) o TR AN ) 9 B2 174 e B2 36 (0,10 .25 ,50 ,100 pumol/
L) fEH TR 40, Western blot Kzl v A0 IE h LC3 \p62 ()73 F A ) 760 1A 41 M i) L IR R B o AR Bt B R
53 1MA%E 2K (rapamycin) 3MA 43 5I/E R F LR A1 M5 7301 LC3 . p62 B8 F Rk KT FK A 2 2 L compound C 43
AL TR 40 A LC3 \p-AMPK  AMPK [ 8 FH 2R 387K F- I 0 v A 40 A 1y G B BT B ( TC) 1 & it S5 R o, Al
Fe ZN R A A S TR M (P > 0.05) ;s SR AR Lh, Al iz 4 LC3T/LC3T LR B, p62 Fikui/b, B A &
I/ (P <0.05) s SHEAU AR LY, #h f2 40 LC3TL/LC3T LU A & p-AMPK/AMPK HE A5 386 im , i JIE [ st e o />
(P<0.05), i}z ZAga% LA IR 400 3 wEfE ,vﬁiﬁ?fﬂﬂ}i@lﬂ\]ﬂﬁ ] s 114 5 b AT 490 50 6 o 400 B P D2 L5 vl Bz 3R 3
SR AMPK ()RR Ak K T JE 1 IR 20 M B WERE 77, 33X P RE A 2 2 By A sh Ak ok R I AL i) 4 F WL 2 —
SRR Ml 7 25 IR AT ; ox-LDL; H§ Mﬁ;iﬂﬂzk?*éﬁﬁﬁ‘ift
HE 4 %2 . R966;R543. 5 SCERFRIRAG: A B %S :1001-6880(2020) 11-1913-07
DOI: 10. 16333/j. 1001-6880. 2020. 11. 015

Naringenin inhibits the formation of foam cells by promoting the autophagy
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Abstract : Observe the effect of naringenin on autophagy of THP-1 foam cells to explore its potential mechanism for the pre-
vention and treatment of atherosclerosis. First of all, CCK8 experiment was used to test the effect of naringenin on cell viability
at different concentrations. In the next steps, different concentrations of naringenin (0,10,25,50,100 wmol/L) were applied
to foam cells,and Western blot was used to detect the expression of LC3,p62 and the content of total cholesterol in foam
cells. Naringenin, rapamycin and 3MA were applied to foam cells respectively to analyze the protein expression levels of LC3
and p62 later. Ox-LDL, naringenin and compound C were applied to macrophages respectively to analyze the protein expres-
sion levels of LC3,p-AMPK, AMPK and the content of total cholesterol finally. The results showed as follows : Naringenin had
no toxic effect on foam cells activity (P >0.05) ; Compared the naringenin group with the model group, the ratio of LC311/
LC3I was increased( P <0.05) ,and the expression of P62 was reduced (P <0.05) ,the content of total cholesterol was re-
duced otherwise( P <0.05) ; Compared the naringenin group with the model group, the ratio of LC3II/LC3I and the ratio of P-
AMPK/AMPK were increased( P <0.05) ,and the content of total cholesterol was reduced( P <0.05). Naringenin could up-
regulate the autophagy ability of foam cells,and reduce the content of total cholesterol in the cells to inhibit the formation of
foam cells. Naringenin promoted the autophagy ability of foam cells by increasing the level of AMPK phosphorylation, which
might be one of the molecular mechanisms of naringenin in preventing and treating atherosclerosis.
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